hyponatremia of 130 mmol/l (135-145 mmol/l) and mild hyperchloremic metabolic acidosis. Kidney function was moderately impaired (serum creatinine 120 µmol/l (50-100 µmol/l)). The electrocardiogram (ECG) demonstrated a sinus rhythm with normal heart rate, prolonged PR-and QRS-intervals, tall peaked T-waves and type I Brugada-like pattern in leads V1 and V2 (Image 1).
Four hours after treatment with calcium gluconate, insulin with glucose, and nebulized beta-2 agonist, the ECG
Mansella et al.
Hyperkalemia-induced Leg Paresis in Primary Adrenal Insufficiency returned to baseline with preexisting right bundle branch block at a potassium level of 6.6 mmol/l (Image 2). Hyponatremia persisted with 130 mmol/l. The patient's symptoms completely resolved. Autoimmune primary adrenal insufficiency (Addison's disease) was found as the underlying cause of this severe hyperkalemia.
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DIAGNOSIS
Hyperkalemia is found in up to 40% of patients with primary adrenal insufficiency due to mineralocorticoid deficiency.
1 Severe hyperkalemia typically causes muscle weakness and rhythm disturbances. Muscle weakness typically begins in the legs with progression to the trunk and arms. Sphincter tone and cranial nerve function are typically not affected. Cardiac manifestations include electrocardiographic changes, conduction abnormalities and cardiac arrhythmias (Table 1) . 2, 3 Of note, the progression and severity of ECG changes do not correlate well with the serum potassium level. 4 This case highlights that hyperkalemia-induced muscle weakness with associated electrocardiographic changes can be the major presenting symptom in primary adrenal insufficiency. The treatment consists of lowering potassium levels and replacement of hydrocortisone and fludrocortisone. 
